SUMMARY Eleven patients with idiopathic faecal incontinence (IFI) and nine normal controls were studied with techniques of mucosal electrosensitivity and rectal distension for the quantitative assessment of anal and rectal sensation and with manometric and electromyographic tests for the assessment of anorectal motor function. The tests of motor function showed pelvic floor motor neuropathy in the patients with IFI, compared with controls, anal canal resting and voluntary contraction pressures were significantly (p<005, p<0002) lower, pudendal nerve terminal motor latency and external anal sphincter fibre density were significantly (p<005, p<005) raised. The results of mucosal electrosensitivity (MES) disclosed a sensory deficit in the anal canal in patients with IFI, compared with controls, MES threshold was significantly (p<0002) higher. Sensory thresholds to rectal distension were similar in the two groups. This study shows that sensory deficit of the anal canal occurs in combination with the motor neuropathy of the anal canal musculature in primary neuropathic faecal incontinence.
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Fl Right with IFI, three were nulliparous, four multiparous and in four their last delivery preceded the onset of incontinence by at least 20 years. Normal controls were volunteers with no history of diabetes mellitus or local anorectal disorder and all had normal sigmoidoscopic and proctoscopic findings. Two of the four women controls were multiparous and one nulliparous.
Informed consent was obtained in all cases. The study was approved by Brent Area Health Authority Ethical Committee.
Results (Table)
The functional length of the anal canal was significantly (p<001) shorter in the patients with IFI, than in controls. The tests of motor function confirmed a significant neuropathy in the incontinent patients. Resting pressure and maximum squeeze pressure were lower (p<O-O5 and p<0.002) (Fig. 1) . Pudendal nerve latency was increased, right (p<0-002) and left (p<O-05) (Fig. 2) . Fibre density was also increased (p<O.05) (Fig. 3) .
The thresholds to constant current stimulation in the upper, middle and lower thirds of the anal canal in the two groups were different. In normal subjects the threshold ranged from 1.7 to 7 2 mAmp. The results in the incontinent patients showed a significant increase in threshold at all levels of the anal canal, 4 Results ofMES (median).
upper third (p<0-002), middle third (p<0-002) and lower third (p<0-05) (Fig. 4) . The results of rectal distension, at the three sensory levels, showed a wide range of values in normal controls and patients with IFI (Fig. 5) The role of sensation in maintaining continence is still unclear, but this study shows that a significant sensory deficit in the anal canal is present in combination with a motor neuropathy in a group of patients with primary neuropathic faecal incontinence.
